IT is now generally conceded that acute rheumatism is a specific fever. The prominent part played by the joint-affections, owing to the pain and helplessness of which thev are the cause, have in the past somewhat obscured the proper conception of it as a general blood-infection with local manifestations tending to implicate specially certain tissues and organs, but the high temperature, the leucocytosis, the aniemia, the arthritis, the endo-and peri-carditis, and the tendency to natural cure stamp it as a typical fever with a close general resemblance to many other, diseases of the same class. Its duration varies from a few days to three to six weeks. One attack does not confer immunity, but rather predisposes to others. This suggests continued infection such as is seen often in rheumatoid arthritis and tubercle, and sometimes in gonorrhoeal rheumatism, where, after periods of latency, the infected person suffers from acute exacerbations. It is probable that many cases of rheumatic infection are very slight; there may be only sore throat with a trifling rise of temperature and some malaise, or it may take the form of a so-called " chill" with no typical symptoms whatever and rapidly aborting.
In considering ordinary well-marked cases, such as are sent into hospital with the diagnosis " rheumatic fever," it seems to me that two types may be distinguished clinically. In the first the temperature ranges from 1020 F. to 104°F., there is much constitutional disturbance, usually several joints are very swollen and painful, there is abundant sour-smelling acid perspiration, and as the inflammation in one joint subsides others become implicated in turn. These cases are very susceptible to salicylate treatment, they are of shorter duration, show less tendency to relapse, and are less liable to be followed by sequele than the others. In the second type the joints are not so prominently affected, but the fibrous tissues about the chest, the lumbar aponeurosis, the fascia lata, the periarticular tissues, the tendon-sheaths, and the subcutaneous fibrous tissue are tender and painful, sour-smelling sweats are absent, the temperature is not so high, and salicylate treatment is not nearly so effective. These cases linger on, relapses are more apt to occur, and sequelk, such as chronic fibrositis and perineuritis, are much more common.
In the present indeterminate state of our knowledge regarding the specific organism of rheumatic fever, it is impossible to say whether these are two different diseases, or merely differing clinical types of the same disease. Cases of mild pymemia, of osteo-myelitis, of gonorrhoeal arthritis, and of rheumatoid arthritis are often, in their early stages at least, very difficult to differentiate from cases of acute rheumatism, and as yet we have no absolute diagnostic such as is afforded by the bacillus of tubercle or the agglutination test in enteric fever. We have to rely for a diagnosis entirely on clinical experience. In most cases of acute rheumatism it has been found impossible to cultivate an organism from the blood or joint-fluid. It is true that in a few cases diplococci, streptococci, and staphylococci have been obtained from the blood during life, but bacteriologists are not in agreement as to whether these constitute the primary or merely a secondary infection. Post-mortem, similar organisms are often obtainable from the synovial membranes, the heart valves, and the meninges. Achalme has isolated an anaerobic bacillus which he regards as the specific cause, while it has even been suggested that the organism is a protozoon. The reason for this last view is interesting, although possibly not of much weight-namrely, that hitherto only protozoon diseases, as malaria, syphilis, and sleeping sickness, have shown themselves susceptible to drug treatinent, while bacteria, in the living body at least, have practically defied specific drugs.
Many competent observers (Singer, Sahli) still hold the view that acute rheumatism is merely a mild pymmia, and it is quite possible that many cases diagnosed and treated as rheumatic are really pyaemic; but I think we may safely conclude that there is a special non-pyogenic organism, and that it is the cause of a train of distinctive symptoms which go to make up the clinical picture of acute rheumatism.
From its first introduction into practice it has been almost universally recognised that salicylic acid and compounds from which it at SAGE Publications on June 21, 2016 jrs.sagepub.com Downloaded from Therapeutical and Pharmacological Section can be formed in the body have a powerful and quite specific action in this disease. Some practitioners go so far as to base their diagnosis of a case on its reaction to salicylic treatment. But cases of acute rheumatism react in very different degrees. In some its action is prompt and effective, like the crisis in pneumonia; in others it may be slightly slower, or very much slower; and in certain cases the temperature and general condition remain far from satisfactory. Relapses may even occur while the patient is taking the drug. If, however, there is absolutely no beneficial effect, I think we may conclude that the disease is not rheumatic. In some cases the unsatisfactory results of salicylic treatment are undoubtedly due to the dose being too small. When it is increased each time, or a substantial addition, such as 40 gr., given once daily, matters often mend at once, and the temperature falls. Apart from this, however, those cases where the fibrous tissues are chiefly affected never do so well as those in which the joints are mainly involved. This is susceptible of more than one explanation. The two conditions may be due to different, although allied, organisms which are not equally influenced by salicylic acid. There is nothing impossible in this, as in typhoid and paratyphoid fevers, and in human and bovine tuberculosis, we have much the same clinical symptoms produced by differing microbes. Another explanation is that organisms lodged in the fibrous tissues are more protected or under more favourable circumstances for continued existence than those in the blood and joints, and hence offer more resistance to the drug. Certain cases of pericarditis yield very readily to salicylates, while in others they have practically no effect, and in my mind there is no doubt that here we are dealing with different organisms. I do not refer to cases of pneumococcal or tubercular pericarditis, but to those which are clinically and customarily reckoned as rheumatic.
Once the microbic origin of acute rheumatism and its complications and the specific action on them of salicylic acid are admitted, the logical outcome is to treat cases early and with large doses in order to kill off the organisms while they are still in the blood and joints, and before they have established themselves in the fibrous tissues, from which they are dislodged with very much more difficulty. I believe that " chills " of rheumatic origin are rapidly cured in this way, while those which happen to be of influenzal or other origin derive no benefit from salicylates. Th3 doses need to be large and frequently repeated, partly because salicylic acid is so rapidly excreted, and partly because it is converted into the inert salicyluric acid. There is no danger in pushing it as regards the circulation, which it affects very slightly, its main poisonous action being exerted on the nervous system and respiration.
The action of salicylic acid in acute rheumatism is undoubtedly specific. It is of little or no therapeutical value in other febrile diseases, and it exerts no action on the healthy man from which one could infer its action in rheumatic fever. But besides clinical evidence, the chemical evidence points conclusively in the same direction. Phenol (C6H5. OH) has no action on rheumatism, but benzoic acid (C.H5. COOH), a direct derivative, has a very marked effect only inferior to salicylic acid (C6H5. COOH. OH) or ortho-oxybenzoic acid, as it is called chemically. Its isomers meta-and para-oxybenzoic acids are practically inert, although possessed of the same chemical constitution, and only differing in the position occupied in the molecule by the hydroxyl group (OH). No explanation has ever been forthcoming for the cause of this remarkable difference in action. The cresotinic acids (CAH3. COOH. CH3) are all active, the carboxyl and hydroxyl groups being in the same relative positions as in salicylic acid. Salicin, saligenin, acetyl-salicylic acid, methyl salicylate, and several other substances are active only because salicylic acid is formed from them in the body, while populin (benzoylsalicin), methyl-salicylic acid, and dimethyl-smlicylic acid, from which no salicylic acid is formed in the body, are inert. Phtalic (C6H4. COOR. COOH) and toluic (C6H4. COOH. CH3) acids are also quite inactive. So far no chemical or pharmacological explanation has been forthconming of0 the specific effect of salicylic and benzoic acids in acute rheumatism, while so many closely allied substances are inert.
The Effective Treatment of Acute and Subacute Rheumatism. By D. B. LEES, M.D. THE title of this paper is intended to imply that the treatment of acute and subacute rheumatism, as advised in the text-books and as usually carried out in practice, is inadequate and unsatisfactory. It is true that a great advance has been made since the days when it was maintained that cases of this disease did as well upon mint-water or upon lemon-juice as with any powerful drugs. In those days, as some of us can remember, there was no great exaggeration in the story of the
